Acute liver injury is an alarming condition, as it may lead to a devastating outcome. Of the many causes of acute liver injury, review of medications is crucial to identifying the cause of the injury. Some commonly used medications may unpredictably be the underlying cause of liver injury. We present a case of Peyronie's disease treated with potassium para-aminobenzoate that developed acute liver injury. After starting the new treatment, the patient complained of right upper quadrant pain. He was found to have elevated liver enzymes. The condition resolved after stopping potassium para-aminobenzoate use. We report a potassium para-aminobenzoate side effect of liver injury that can be managed conservatively.
Para-Aminobenzoate Introduction
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Background
Peyronie's disease is fibrosis of the tunica albuginea of the penis which causes penile curvature [1] . It is caused by a localized fibrotic disorder of the tunica albuginea. This condition is managed with potassium para-aminobenzoate (PABA), an antifibrotic agent. It increases tissue levels of monoamine oxidase, which decreases levels of serotonin contributing to scar formation. There are few recognized contraindications to this medication, and it has few side effects. The most commonly reported side effects include anorexia, nausea, fever, and rash. Gastrointestinal side effects are the leading cause of poor tolerability [2] . Acute hepatic injury due to PABA is uncommon if not rare [3] . Hepatic injury was documented in 6 cases [4] .
Case Report
A 58-year-old male patient saw his primary care physician for epigastric and right upper quadrant pain. The pain started suddenly a few days prior to his presentation and worsened over time. Pain was localized, did not radiate, and aggravated with body movement. The patient had nausea without vomiting, subjective fever of more than 100°F, and dark urine. He denied jaundice, diarrhea, or melena. The patient discontinued simvastatin 5 days before his presentation and continued PABA for a few days before stopping it. He wanted to see if that would resolve his symptoms before seeing a physician.
Initial laboratory workup revealed ALT 1,174 U/L, AST 721 U/L, total bilirubin 1.1 mg/dL, and alkaline phosphate 439 U/L. On abdominal ultrasound, the liver was homogeneous in appearance with no masses and no intrahepatic biliary dilatation.
The patient was referred for a gastroenterology evaluation. Upon questioning, the patient denied a history of alcohol consumption. The patient had no previous elevated liver enzymes. On medication reconciliation, the patient was taking simvastatin for years and PABA was recently introduced. Both medications were discontinued with days in between prior to the initial encounter. The use of simvastatin was recognized as a possible aggravating factor for his symptoms. Liver enzymes increased for a few days on serial liver function tests. They peaked at ALT 1,553 U/L, AST 1,003 U/L, alkaline phosphate 543 U/L, and total bilirubin 1.5 mg/dL. Although results were worsening, the patient improved clinically. The patient's pain subsided in intensity and nausea resolved. Further workup results were as follows: anti-nuclear antibody screen was negative, anti-mitochondrial antibody screen <0.1 U, smooth muscle antibody screen was negative, and Cytomegalovirus screen was negative. Epstein-Barr virus IgG was 750 mg/dL, and the patient confirmed a history of mononucleosis infection. As his clinical complaints resolved, he was followed closely with weekly blood work ( Table 1) . Liver enzymes returned to baseline, with ALT 22 U/L, AST 22 U/L, alkaline phosphate 90 U/L, and total bilirubin 0.6 mg/dL. Complete resolution took around 40 days from the initial encounter.
Discussion
The sudden elevation of liver markers in this patient marked acute hepatic injury. He was introduced to PABA, which is the likely cause of the acute hepatic injury. Use of PABA was linked to hepatotoxicity in 6 cases reported from 1985 through 2008 [4] [5] [6] [7] . Elevation of liver markers occurred 4-8 weeks after starting PABA use. A common finding between reported cases was resolution of liver injury markers after stopping PABA. These clinical observations were not supported by documentation of hepatic injury as adverse effect of PABA. Moreover, a retrospective study found that patients receiving PABA were less likely to have abnormal liver function tests than matched controls [3] . Our patient's condition resolved with liver enzymes returning to baseline. Time to resolution was similar to the previously reported cases [4] [5] [6] [7] . A liver biopsy, at the initial acute phase, would have been useful to confirm hepatotoxicity due to PABA use. Biopsy was not performed as the patient's symptoms improved, and liver enzymes trended down.
Reported cases of hepatic injury related to PABA use are scarce. Nevertheless, physicians should be attentive to PABA as a cause of acute liver injury. Clinical presentation and significant liver enzyme elevation are similar to other hepatic injury causes. Medical management is conservative, with discontinuation of PABA and supportive therapy. Complete resolution is achieved without chronic complications reported. In general, liver function testing is not required with PABA therapy initiation. An incidence of therapy complication can be managed conservatively. There should be more focus on increasing awareness among urologists, as they are the primary prescribers of PABA. Alternative therapy, like transdermal verapamil [5], maybe preferred on resuming management.
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